SUMMARY -Multifocal serpiginoid choroiditis is an infectious variety of serpiginous choroiditis. Th e disease is characterized by infectious etiology and overlapping clinical features in an intermediary form of acute posterior multifocal placoid pigment epitheliopathy and serpiginous choroiditis. In a 33-year-old patient, bilateral multiple placoid partially confl uent chorioretinal lesions were diagnosed after a febrile fl u-like episode. On the right eye, there was a progressive decrease in visual acuity. Later, the lesions had a prolonged progressive devastating clinical course and widespread distribution of placoid lesions, and took the form of serpiginoid choroiditis. We conducted extensive laboratory work-up and ancillary investigation for granulomatous diseases such as tuberculosis and sarcoidosis, and the results were not consistent with these entities. Systemic medical work-up revealed a history of exposure to the human immunodefi ciency virus, herpes simplex virus 1, varicella zoster virus and cytomegalovirus. Th e titer of Mycoplasma pneumoniae IgM antibodies was positive. After serological analysis positive for Mycoplasma pneumoniae, systemic antibiotic therapy and anti-infl ammatory doses of corticosteroids were administered. Improvement of visual acuity after the introduction of causal antibiotic therapy in combination with anti-infl ammatory therapy confi rmed our suspicion that Mycoplasma pneumoniae was the etiologic cause of multifocal serpiginoid choroiditis.
Introduction
Multifocal serpiginoid choroiditis (MSC) is an uncommon clinical entity from the group of infectious choroiditis, which is characterized by sectoral nonperfusion of choriocapillaris with subsequent ischemia and dysfunction of retinal pigment epithelium and photoreceptor cells of the outer retina 1, 2 . Th e etiopathogenic mechanism of serpiginous choroiditis is autoimmune 3 , infectious 4 , vascular and degenerative 5 . Th e term multifocal serpiginoid choroiditis has been suggested for the infective variant of serpiginous choroiditis [5] [6] [7] . Serpiginous choroiditis is used to describe a chronic recurrent geographic pattern of choroiditis that typically extends from the peripapillary area. Th e infectious type of serpiginous choroiditis is commonly associated with tuberculosis [5] [6] [7] [8] [9] . Isolated cases are associated with Lyme borreliosis 3 , Epstein-Barr virus 4 , herpes simplex virus 1, varicella zoster virus, cytomegalovirus, and toxoplasma 4, 6, 7 . Biochemical and serological examinations, multimodal imaging 8 and functional parameters facilitate diagnosis and management 4, 9 . Clinical diff erences within choroidopathies could possibly be explained by the level and severity of the infl ammatory insult to the choriocapillaris circulation, the consequent damage to the retinal pigment epithelium and photoreceptor cells, and the moderate diff use lymphocytic infi ltrates throughout the choroid 2 . Th erapy should be adjusted to the course of infl ammatory diseases because we know the structures that are primarily aff ected, and in some cases the etiology is also known. Treatment includes patient monitoring, specifi c anti-infectious therapy, with or without corticosteroid anti-infl ammatory eff ects 6, 7, 10 . In case of the development of neovascular membranes, photodynamic and anti-angiogenic therapy should be considered [11] [12] [13] . Th e aim is to present a case study considering this specifi c pathology, i.e. the devastating course of a case of infectious MSC from the group of infectious serpiginous choroiditis. Th e study protocol was approved by the institutional review boards and adhered to the tenets of the Declaration of Helsinki.
Case Report
A 33-year-old man presented to Clinical Department of Ophthalmology, Kragujevac Clinical Center, with the symptoms of photopsia and decreased visual acuity of 0.05 on the right eye and 1.0 on the left eye (Snellen charts), which developed after a febrile fl ulike episode. Intraocular pressure was 14 mm Hg on both eyes. Biomicroscopy revealed no exudation in the anterior segment and anterior vitreous of either eye. Funduscopic examination detected numerous creamywhite lesions of the retina over the infl amed area of the choriocapillaris ischemia. Th e lesions were present in the mid-periphery bilaterally and at the posterior pole of the right eye ( Fig. 1 a, b) . Bilateral lesions are aspects of acute posterior multifocal placoid pigment epitheliopathy (APMPPE) with progressive evolution in serpiginous choroiditis, probably of infectious etiology. Choroiditis has a prolonged, devastating clinical course and widespread distribution of lesions, and takes the form of serpiginoid choroiditis. Perimeter examination detected an absolute absence of sensitivity in the right eye, and objective paracentral scotomata and reduced sensitivity in the left eye. Color vision (Ishihara test) was preserved in the left eye. Fluorescein angiography of the right fundus showed distribution of fi eld hypofl uorescence that induced choriocapillaris nonperfusion (early stage), as well as progressive late staining, a pattern compatible with ischemic dysfunction of the outer retina (late phase) (Fig. 2a) ; similar changes also prevailed in the fundus of the left eye (Fig. 2b) . Heidelberg retina tomography showed retina without structural changes in both eyes. Visual evoked potentials showed the left eye with proper cortical response, while the right cortical response was not generated. Optical coherence tomography revealed macular atrophy of the right eye, and retinal pigment epithelium thickness and mild detachment in the macula of the left eye. Th e patient underwent extensive laboratory testing and ancillary investigation for granulomatous diseases such as tuberculosis (tuberculin skin test, interferon g release assay, and sputum for Mycobacterium tuberculosis on Löwenstein medium), sarcoidosis 14 (angiotensin converting enzyme, chest x-ray and computed tomography of the mediastinum), and none was consistent with these entities. A systemic medical work-up revealed a history of exposure to human immunodefi ciency virus (antiHIV IgG titer >1:320; IgM During hospitalization, there was progression of the disease with consequent decrease in visual acuity on the left eye to 0.8 according to Snellen. Suspecting MSC after serological analysis positive for Mycoplasma pneumoniae, specifi c systemic antibiotic therapy with doxycycline 100 mg 2x1 for three weeks with anti-infl ammatory doses of corticosteroids tapered by a scheme (starting dose of prednisolone 1 mg/kg body weight) was administered 15 . Following this treatment, the best corrected visual acuity was 1.0 on the left eye, whereas the right eye showed no improvement of visual acuity due to inversion of damage to the macula.
Conclusion
Th e characteristic funduscopy fi nding, the devastating clinical course confi rmed by fl uorescein angiography, and additional diagnostic tests suggested that MSC was the clinical entity in our patient. Th e improvement of visual acuity, and reduction of changes following initial causal antibiotic therapy combined with anti-infl ammatory doses of corticosteroids confi rmed our suspicion that Mycoplasma pneumoniae was the causative agent in this case of MSC.
